Synthetic caspase inhibitors block HR cell death induced by bacteria but do not affect activation of host defense mechanisms. (a) Ac-YVAD-CMK and (b) Ac-DEVD-CHO inhibited cell death induced by bacteria. Cell death was determined by ion leakage from leaf discs obtained from tobacco leaves infiltrated with NPS 3121 or NPS 4000 in the presence and in the absence of Ac-YVAD-CMK or Ac-DEVD-CHO respectively at 0, 8, 20 and 42 h after infiltration. Caspase inhibitors were dissolved in DMSO and the same volume of DMSO was added to control samples. A representative experiment out of four independent trials is shown, all of which showed similar results. Cell death was assayed by measuring ion leakage from leaf discs; three leaf discs (11 mm diameter) per sample were collected at different time points after infiltration and floated abaxial side up on 3 ml distilled water for about 6 h at room temperature. The conductivity (in µmhos) of the bathing solution was then measured with a conductivity meter (model 604; VWR Scientific). (c) Ac-YVAD-CMK and (d) Ac-DEVD-CHO suppressed HR cell death gene expression but did not affect accumulation of PR gene transcripts. Samples were infiltrated as described in Figure 1 . Total RNA per sample (30 µg) was loaded and the RNA blot was probed for the expression of the genes indicated on the left.
In this paper, which appeared in the 8 October 1998 issue of Current Biology, there was an omission from Figure 2 : the time course was not included underneath the blots in (c) and (d) . A correct version of the figure is shown below.
Figure 2
Synthetic caspase inhibitors block HR cell death induced by bacteria but do not affect activation of host defense mechanisms. (a) Ac-YVAD-CMK and (b) Ac-DEVD-CHO inhibited cell death induced by bacteria. Cell death was determined by ion leakage from leaf discs obtained from tobacco leaves infiltrated with NPS 3121 or NPS 4000 in the presence and in the absence of Ac-YVAD-CMK or Ac-DEVD-CHO respectively at 0, 8, 20 and 42 h after infiltration. Caspase inhibitors were dissolved in DMSO and the same volume of DMSO was added to control samples. A representative experiment out of four independent trials is shown, all of which showed similar results. Cell death was assayed by measuring ion leakage from leaf discs; three leaf discs (11 mm diameter) per sample were collected at different time points after infiltration and floated abaxial side up on 3 ml distilled water for about 6 h at room temperature. The conductivity (in µmhos) of the bathing solution was then measured with a conductivity meter (model 604; VWR Scientific). (c) Ac-YVAD-CMK and (d) Ac-DEVD-CHO suppressed HR cell death gene expression but did not affect accumulation of PR gene transcripts. Samples were infiltrated as described in Figure 1 . Total RNA per sample (30 µg) was loaded and the RNA blot was probed for the expression of the genes indicated on the left. In this paper, which appeared in the 22 October 1998 issue of Current Biology, an error was made in the calculation of the values displayed on the ordinate of Figure 1 . A correct version of the figure is displayed below.
Current Biology 1998, 8:R812-R822
In this review article, which appeared in the 5 November 1998 issue of Current Biology, there were two typographical errors: on page R821, the last sentence of the second paragraph should have said "For an interesting mutant in which crosstalk does occur, see [26] .", rather than "For an interesting mutant in which crosstalk does not occur, see [26] ."; and on page R814, the first sentence of Box 1 should have begun "Our license to describe gene activation as a process of RNA polymerase localization…", and not "Our license to describe gene activation as a process of RNA polymerization localization…".
Visual recovery after monocular deprivation is driven by absolute, rather than relative, visually evoked activity levels Donald E. Mitchell and Guy Gingras Imposing specificity by localization: mechanism and evolvability Mark Ptashne and Alexander Gann
Figure 1
Very fast recovery of vision in the deprived eye of a kitten following a 6 day period of monocular deprivation imposed at 5 weeks of age. Formal tests of visual acuity were made using a jumping stand and procedures that have been described in detail elsewhere [11] [12] [13] [14] . Training was begun when kitten C791 was 23 days old. At 35 days of age, just prior to the period of monocular deprivation, the visual acuity of each eye was 2.6 cycles/degree. Tests of visual acuity of the nondeprived eye were made daily during the 6 days of monocular deprivation, and at its termination the acuity of this eye was 2.9 cycles/degree. Measurements of the vision of the deprived eye were made every few hours for the first day but thereafter only daily and progressively less frequently as the rate of change of vision slowed.
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